Introduction
Since 1964 gentamicin has proved valuable in treating severe infections caused by Pseudomonas spp, Enterobacteria, and related Gram-negative rods resistant to gentamicin.1-4 In one hospital in Los Angeles 20% of clinical isolates of Pseudomonas aeruginosa and 50% of Serratia marcescens isolates were resistant to gentamicin5 and 20% of Gram-negative rods isolated from sputum and blood in a group of hospitals in Japan were resistant to gentamicin. 6 Gentamicin-resistant organisms have been isolated with increasing frequency at the London Hospital, and we have collected these strains to determine susceptibility to tobramycin, sissomicin, and amikacin. We also compared the activity of the four aminoglycosides against Gram-negative rods sensitive to gentamicin.
Methods
One hundred and ninety-six strains of enterobacteria, Ps aeruginosa and other Pseudomonas spp, Acinetobacter spp, Alcaligenes spp, and Flavobacterium spp isolated from clinical specimens and which seemed to be resistant to gentamicin using a 10-,ug disc were collected over 18 months. Four strains of gentamicin-resistant organisms from environmental sources were included. Another 212 strains of similar organisms sensitive to gentamicin by disc testing were collected over three months.
The minimum inhibitory concentrations (MIC) of gentamicin, sissomicin, tobramycin, and amikacin were measured by the agar dilution technique using doubling dilutions of the antibiotic in DST EPIDEMIOLOGY OF GENTAMICIN-RESISTANT ORGANISMS Table III shows the distribution of gentamicin-resistant bacteria in Table I shows the range of gentamicin-resistant organisms and the the London Hospital. The isolation rate from surgical wards was over number of isolates of each particular species. Providencia spp, Ps three times that from medical wards. The three main surgical areas affected are shown.
Gentamicin-resistant Gram-negative rods amounted to 1-2% of all
Gram-negative rods isolated in this hospital; this represented at least Bilateral nephrectomy had been performed in 80 recipients. The proportion of hypertensive subjects rose during the first three months, subsequently stabilised around 50-60% for up to five years, and then decreased slightly during the next two years. Over the years hypertension fluctuated so that one-third of the initially hypertensive patients became normotensive, and over one-third of the initially normotensive patients became hypertensive.
The main single aetiological factor was renal failure.
A significant relation between steroid dosage and blood pressure was found in only a quarter of the hypertensive patients, and in another quarter no cause could be found.
Introduction
Although hypertension is a well-known complication of renal transplantation, its incidence and causes have been evaluated only in short-term studies soon after the operation. We studied 85 patients (52 males and 33 females) whose ages ranged from 7 to 55 years (mean 35 5). They had survived with their first graft for more than three months and were regularly followed up at our clinic. Patients were seen twice weekly during the first six months, weekly during the next six months, then twice monthly, and eventually monthly thereafter. A twice weekly schedule was resumed when rejection occurred.
The transplant originated from a cadaver in 82 cases and from a living relative in three cases. Bilateral nephrectomy was performed in 80 recipients.
Patients' charts were reviewed up to January 1976, so that the potential follow-up ranged from a minimum of 36 months to a maximum of 96 months. Blood pressure at the end of 1, 2, 3, 6, 12, 18, 24, 36, 48, 60, 72, and 84 months was calculated by averaging the last five blood pressure readings obtained in the supine position. Mean diastolic pressures exceeding 90 mm Hg without treatment or 85 mm Hg with a diuretic and a salt-free diet were considered hypertensive. Mean diastolic pressures exceeding 100 mm Hg without treatment or 95 mm Hg with a diuretic and a salt-free diet were considered severely hypertensive.
Graft function was assessed by averaging the values of the last five serum creatinine determinations obtained at the end of each period. Total prednisolone dosage during each time interval was calculated for every patient.
Renal failure had been caused by chronic glomerulonephritis (50 patients), chronic interstitial nephritis including pyelonephritis and analgesic abuse (29 patients), polycystic kidneys (3 patients), malignant hypertension (2 patients), and renal tuberculosis (1 patient).
Results

INCIDENCE OF HYPERTENSION
The incidence of hypertension increased over the first three months and stabilised subsequently at around 50-60% for up to five years after transplantation. It fell thereafter to 40%. Slightly fewer than half the hypertensive patients suffered from severe hypertension (table I) .
EVOLUTION OF HYPERTENSION
The stability of hypertension was assessed in 58 patients whose grafts functioned for at least 36 months. Of 31 patients who were normotensive at three months, 14 had become hypertensive at 36 months. Conversely, of the 27 patients who were hypertensive at three months, nine had become normotensive at 36 months.
